Introduction
The role of sodium reduction in the treatment of hypertension remains controversial (Anon., 1975) . That it may have such a role is suggested by clinical observations of hypotension associated with Addison's disease (Spingarn and Hitzig, 1942) , by epidemiological identification of lower blood pressures in communities with lower salt consumption (Prior et al., 1968) , and by experimental induction of hypertension by saline loading (Coleman and Guyton, 1969) . Yet this circumstantial evidence does not prove that acute sodium reduction is of practical value in reducing blood pressure, nor that chronic reduction effectively maintains any control. Despite traditional advocacy of the use of diuretics (Freis, 1974) , the results obtained with sodium reduction are quite poorly documented (Kincaid-Smith, 1974) . This study was therefore designed to test the acute and chronic effects of a low sodium diet and potent diuretic treatment on the blood pressures and electrolyte status of a series of hypertensive patients.
Patients and methods
Prospective records which had been maintained on the results of treatment of 100 consecutive unselected patients who had been referred to a specialist clinic for investigation or treatment of hypertension were analysed. Patients were not excluded because they were already in receipt of unsuccessful treatment which had been commenced before referral. However, such treatment was discontinued immediately upon admission to the study. All alone. In some of those in whom control was lost during the follow-up period, failure to adhere to the low salt diet was admitted and in others suspected because of the detection of a urinary sodium excretion of greater than 50 mmol/day. The mean number of tablets being consumed fell from 1672/ year on admission to 803/year after treatment. Potassium supplements were required in the acute phase by one patient and in the chronic phase, by 9, to maintain serum potassium above a level of 3 mmol/l. Nineteen patients required allopurinol in the acute phase and 28 in the chronic phase to maintain the serum urate level below 600 E.mol/l.
In the 14 patients who failed to respond adequately to sodium reduction, there was an even greater fall in body weight (4.6 kg). All BPs fell by statistically significant amounts, but in no patient did it fall to a (87) 257 (65) 268 (60) 251 (45) 266 (52) Ambard and Beaujeard, 1904) . Kincaid-Smith et al. (1975) suggest they are 'unable to find evidence that mild to moderate restriction of sodium intake is beneficial in the control of hypertension', and that it is 'very dangerous in patients with impaired renal function'; Carney et al. (1975) claim that 'the more a patient was depleted of sodium, the lower was the blood pressure'. The present study was therefore undertaken in an attempt to determine whether the control of hypertension could be achieved merely by use of low salt diet and diuretic treatment in unselected patients presenting with hypertension.
The results demonstrate that 86% of hypertensive patients when treated with a low salt diet and frusemide in sufficient dosage reduced their diastolic BPs to below 100 mmHg. This treatment was accompanied by an acute mean fall of 4-8% (3 9 kg) in body weight, and changes in serum biochemistry which suggested an accompanying net loss of slightly hypertonic saline. There was also a loss from the blood of potassium and hydrogen ions, but an accumulation of uraemic toxins, glucose and uric acid. These biochemical changes are recognized complications of diuretic therapy (Laragh, Heinemann and Demartini, 1958) .
The present study also shows that in 70% of hypertensives the adequate response can be maintained indefinitely whilst a near normal life is being pursued. As a subsidiary benefit of such treatment, the patient need take only half as many tablets per day as would be necessary with some alternative therapeutic regimens, despite far superior blood pressure control. Achievement of such results is almost certainly enhanced by instruction of patients that increased salt intake will increase BP, increased diuretic intake reduce it, and that if the patient weighs himself and records his BP each day he can usually adjust his salt intake and diuretic dose to control his hypertension.
The results are consistent with the concept of Guyton et al. (1972) that ambient blood pressure levels are determined principally by the ability of the kidneys to excrete sodium, as modified by various subsidiary mechanisms. They also suggest, but do not prove, that many hypertensive people may live in a state of relative sodium excess. Proof of such a hypothesis would require demonstration of increased total body sodium levels in hypertensives.
Unfortunately, divergent results have been obtained in various studies of plasma volume and exchangeable sodium in such patients (Ross, 1956; Tarazi, Frohlich and Dustan, 1968) 
